A 60-year-old retired lorry driver had been attending the hospital hypertension clinic since 1971. Initially, control of his hypertension had been poor; in May 1973 he sustained a cardiovascular accident resulting in a minimal left hemiparesis. After this he remained well with no further complications.
In December 1974, a routine chest x-ray revealed bilateral hilar node enlargement, a right lower lobe opacity, and presumed pulmonary metastatic deposits. In view of the man's poor health and extensive disease, no further active investigations or treatment were contemplated at this stage.
In August 1975, his clinical state had deteriorated. The chest lesions had enlarged and he had become anaemic (Hb 9 1 g/dl). The ESR was over 150 mm/l st hour and extensive rouleaux formation was noted on the blood film. The serum albumin was 30 g/l and the total globulin was raised at 70 g/l. Electrophoresis revealed a dense band of gamma-globulin. He was admitted for further investigation with this new evidence of possible myelomatosis. In retrospect, a biochemistry report one year previously had shown a slightly raised globulin at 41 g/l.
Further investigation revealed Bence-Jones proteinuria. Sternal marrow aspiration confirmed myelomatosis ( Figure) . Immunoglobulin assays demonstrated an IgA myeloma (730 lU/1). In addition to the radiological chest findings, osteolytic lesions, consistent with either disease, were noted in the skull. Exfoliative cytology was suggestive of an oat cell carcinoma.
With confirmation of myelomatosis, it was considered justifiable to initiate chemotherapy. At necropsy the gross appearances were those of carcinomatosis. Histologically the appearances of the pulmonary lesion and hilar nodes were those of an oat cell carcinoma. The skull deposits were confirmed as myeloma; also several small deposits on the surface of the right kidney showed identical histology.
Discussion
The occurrence of a bone marrow reactive plasmacytosis in relation to various disease states has been established (Fadem, 1952) and poses the problem whether it represents a variant of immune response or early myeloma. Apart from carcinoma, plasmacytosis is noted in a wide variety of diseases including lymphoproliferative disorders, chronic tuberculosis, and collagen diseases.
Monoclonal abnormalities of the gamma-globulins have been reported in these diseases. Takatsuki (1968) has published a comprehensive review on the occurrence of M-proteins in malignant and nonmalignant diseases, concluding that monoclonal plasma cell proliferation has a great diversity in its pathogenesis. The rise in M-protein is not always reflected by an increase in marrow plasma cells. Clear evidence suggesting an association between carcinoma and myeloma is found in one survey quoting a 19-3 % incidence of carcinoma co-existent with myelomatosis (Weitzel, 1958) . Corresponding figures for carcinoma with lymphoma, and carcinoma with carcinoma, were 8 % and 42 % respectively. Subsequent reports have supported these findings and have been more recently reviewed (Anderson and Vye, 1967) . These authors also reported a malignant thymoma occurring in conjunction with myelomatosis. 1053 A. G. Smith and R. L. C. Cumming The diversity of the immune reaction to chronic logical surveillance from the developing myeloma; disease could account for the reports of plasmacyto-current hypotheses on the growth of such tumours sis and M-proteins with a progression to myeloma hold that myeloma can develop subclinically for up in a small number. Equally, it must be considered to 16 years if the growth is exponential, or five years that the apparent association of carcinoma with if Gompertzian patterns are followed (Salmon, 1971 
